and macrophages as well as glomerular T-cells bearing predominantly CD8+ phenotype could play a role in Background. Mononuclear leucocytes have a role in IgA nephropathy ( IgAN ). Renal leucocyte recruitment the induction of the tubular expression of ICAM-1 in IgAN. is mediated by adhesive interactions between leucocytes and their ligands on renal cells. Methods. We have assessed interstitial and glomerular Key words: IgA nephropathy; interstitial and glomerleucocytes by avidin-biotin-peroxidase with mono-ular leucocyte infiltration; intercellular adhesion clonal antibodies (MA) against leucocytes (CD45), b 2 -molecule-1 integrin (CD18), monocyte-macrophages (CD14), T (CD3) and T-cell subsets (CD4, CD8), and intercellular adhesion molecule-1 (ICAM-1) (CD54), and analysed their relation with the abnormal expression of ICAM-1 on proximal tubule epithelium in sequential Introduction renal sections from 48 patients with IgAN stratified according to the severity of the interstitial cellular Primary IgA nephropathy (IgAN ) is the most wideinfiltration observed by light microscopy.
ICAM-1 on proximal tubule epithelium in sequential Introduction
renal sections from 48 patients with IgAN stratified according to the severity of the interstitial cellular Primary IgA nephropathy (IgAN ) is the most wideinfiltration observed by light microscopy.
spread glomerulonephritis (GN ) in the developed Results. In IgAN without (n=15) and with (n=7)
world [1 ] . The disease is characterized by mesangial interstitial cellular infiltration of 1+, ICAM-1 expresIgA deposition, often in conjunction with C3 and IgG sion on vascular endothelium was unchanged with and/or IgM, and it appears with a highly variable respect to that observed in the normal kidney; the degree of glomerular hypercellularity [2] . Peripheral proximal tubule epithelium was negative for this stain.
[3] and histological studies have documented that cellIn IgAN with interstitial cellular infiltration of 2+ mediated immunity is involved, particularly at the (n=10), 3+ (n=11), and 4+ (n=5), ICAM-1+ stain interstitial level [4] [5] [6] , in IgAN. Renal recruitment of was observed on the proximal tubule epithelium, the immunocompetent leucocytes is mediated by intermedian value of its quantitative expression being 0.3, actions between adhesion molecules expressed on leu-0.1, and 0. 2 lupus erythematosus. Ten normal renal tissues were used as control. Biopsy specimens processed for routine light and aMinor glomerular abnormality when <20% of glomeruli showed immunofluorescence microscopy were classified according to proliferative lesions. Focal GN when 20-80% of the glomeruli glomerular pathology and degree of the interstitial cellular showed proliferative lesions. Diffuse proliferative GN when 80% of infiltration seen by light microscopy (Table 1 ) .
the glomeruli showed proliferative lesions. Advanced sclerosis when >80% of the glomeruli showed predominant sclerotic lesions rather than proliferation.
Immunohistochemistry bInterstitial cellular infiltration negative, + when cells were sparsely scattered, ++ when less than three infiltrate foci were detected, Kidney sections were tested by avidin-biotin-peroxidase [13] +++ when the number of foci was more than three, ++++ using MA against leucocyte common antigen (CD45, 72-when the whole tissue was infiltrated. 
Results

ICAM-1 antigens and glomerular leucocytes in IgAN ICAM-1 antigens and leucocytes in normal kidney
The biopsies with ICAM-1+ stain on proximal tubule epithelium showed a significantly greater number of ICAM-1 (CD54) antigens were strongly expressed on vascular endothelium. Tubular epithelium was negative CD45+, CD3+, and CD8+ glomerular leucocytes than the biopsies without ICAM-1 stain on proximal tubule for this stain. Occasional stain for CD45, CD18, and CD14 MA, but no stain for CD3, CD4, or CD8 MA epithelium, the correlation (r=0.98, P<0.0001; r= 0.48, P=0.02; r=0.76, P<0.02, respectively) being within interstitium or glomerulus were seen in normal renal tissue. significant ( Table 3) . relation between the CD45, CD14, and CD3 positive [16, 17] .
In IgAN, both in synpharyngitic macrohaematuria Discussion episodes and during clinical quiescence, the level of circulating ICAM-1 is similar to that noted in healthy controls [18] . Thus, de novo expression of ICAM-1 on In IgAN, the tubulointerstitial expression of ICAM-1 remains discordant ( 8,12,14,15) due in part, to exam-tubular epithelium seems a more specific local phenomenon than simply a reflection of the serum level. The inations performed in different phases of the disease. This histological study of IgAN stratified according to association between ICAM-1 on proximal tubule epi- thelium and interstitial cellular infiltrates in diverse interstitial ICAM-1+ could participate in adhesive interactions with leucocyte b2 integrin in the inflamed GN [8,10,11], and particularly T lymphocytes and monocyte-macrophages as in our report, suggests that renal interstitium in IgAN. the tubular expression of ICAM-1 may be induced by 
